with PWS aimed to narrow down the critical region to find the causative gene.
The deletion results in a loss of expression of the SNORD116 cluster in the patient. The snoRNAs in the adjacent SNORD115 cluster, and the neighbouring genes UBE3A, MAGEL and NECDIN are expressed. Knockout mouse models of Snord116 show features of PWS, thus supporting a role of SNORD116 in the aetiology of PWS. However, nothing is known about the physiological role of the SNORD116 snoRNA cluster and how their lack of expression could cause the multiple symptoms of PWS.
SnoRNAs are small non-coding RNAs that are found in the nucleolus,which guide modification of ribosomal RNA via sequence homology to the rRNA target. However, the SNORD116 snoRNAs do not show any sequence homology to any known rRNA or mRNA target. They are so-called 'orphan' snoRNAs. To date, it is unknown with which proteins or other RNAs SNORD116 interacts.
To identity binding partners of SNORD116, we performed a StreptoTag binding assay. 
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The Drosophila LIM-only, dLMO transcription factor that controls sensory organ and wing developments, is regulated by mir-9a
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The Drosophila LIM only transcription factor, dLMO controls cell proliferation and apoptosis, and its human counterpart acts as protooncogene during hematopoiesis. dLMO gene encodes two isoforms, dLMO-RA and dLMO-RB, besides their biological contributions are poorly understood. We demonstrated that dLMO-and dLMO-RA-deletions have similar phenotypes, lacking some thoracic and wing margin sensory organs, while a dLMO-RB-deletion has normal sensory organs. At early stages of peripheral nervous system development, dLMO-RA is expressed in clusters of cells (proneural clusters). However, later dLMO expression is excluded from the sensory organ precursors. We demonstrated that dLMO-PA functions as a coactivator of Pannier, the GATA transcription factor, to promote expression of proneural activators, Achaete and Scute. Interestingly, dLMO-RA but not dLMO-RB is regulated through common 3 untranslated region (3 UTR). We found that a small non-coding endogenous RNA, microRNA, mir-9a belonging to the mir-9 family, regulates steady level of dLMO during development. Deletions of the 3 UTR, including the mir-9a site, generate gain-of-function dLMO mutants (Beadex) associated with high levels of dLMO-RA mRNA and protein. Beadex mutants lack wing margins, a phenotype also observed in null mir-9a mutants. We found that mir-9a and dLMO are co-expressed S55
